Abstract. We studied the effect of short (acute (20 min/h, for 4 h) and intermittent, long-term (20 
. After long-term stressful stimuli, a slight increase in irCRH in the ME was observed as compared with the acute stress group (Fig. Ic) .
Abundant irSRIH material was seen in the cen¬ tral and caudal parts of the ME of control ewes (Fig. 2a) . Numerous, heavily stained irSRIH perikarya were localized in the periventricular zone of the nucleus suprachiasmaticus and paraventricularis of the hypothalamus (Fig. 3a) . Acute stress¬ ful stimuli caused only a moderate reduction of irSRIH material in the ME (Fig. 2b ) and no changes in the appearance of immunocytochemically stained SRIH perikarya. After long-term stress, the density of irSRIH material stored in the ME sharply decreased as compared with the acute stress group (Fig. 2c) , and the number of irSRIH perikarya and their staining intensity also mark¬ edly disminished (Fig. 3b) . same pituitary cells suggests that the same hypo¬ thalamic mechanism controls the release of both hormones and these hormones are also released concomitantly during acute stress in rats (Tillders et al. 1985) . The activation of CRH and ACTH/ beta-endorphin release after acute stress in the present study is also consistent with our previous results in which a rise of cortisol secretion was found in the anestrous, short-term stressed ewe (Przekop et al. 1985) .
In animals subjected to the long-term stressful stimuli, some unexpected events were observed in the immunocytochemistry of the hormones, in¬ cluding a dissociation between changes in hypo¬ thalamic irCRH and pituitary irACTH/beta-endorphin. Prolonged stress elicits less depletion of irCRH material from the nerve terminals of the ME than does short-term stress. This pheno¬ menon may be explained by the direct central negative feedback action of corticosteroids re¬ leased under prolonged stress conditions, as has been found in rats (Plotsky et al. 1986 ). The increasing proportion and hypertrophy of ACTH/beta-endorphin cells, with a concomitant increase in irACTH and beta-endorphin material, suggest that some changes in the secretory activity of these hormones occur at the pituitary level. These changes, interpreted as an impairment of the releasability of ACTH/beta-endorphin from the pituitary gland, may be responsible for the hypocortisolemia which develops in ewes subject¬ ed to prolonged stress (Przekop et al. 1985 ). This assumption is further supported by the fact that these animals have a normal responsiveness in cortisol secretion to exogenous ACTH. Also in rats, chronic stress elevates the ACTH content of the anterior pituitary gland without changes in ACTH and corticosteroid levels in plasma (Young & Akil 1985) . It has been documented recently that an increase in ACTH/beta-endorphin stores in the pituitary gland of chronically stressed rats is due to an increase in the biosynthesis of these hormones and a decrease of the rate of their processing (Shiomi et al. 1986 ). Our suggestion of a similar impairment of ACTH/beta-endorphin release during prolonged stress in sheep needs confirmation with studies involving the direct measurement of ACTH secretion during treat¬ ment.
The small depletion of irSRIH material from the nerve terminals of the ME in the sheep sub¬ jected to short-term stress, indicates that stressful stimuli may also exert an excitatory effect on the release of this hormone; this effect was greatly intensified in the long-term stressed animals. The disappearance of immunoreactivity from the irSRIH perikarya in the anterior periventricular area of the hypothalamus also suggests increased secretion from the SRIH neurons and particularly an acceleration of SRIH transport along neuronal fibres in long-term stressed ewes. This interpre¬ tation can be supported by the converse evidence that the inhibition of axonal transport by colchicine unmasks neuronal perikarya by increasing their secretory product (Sétáló et al. 1976) . A rapid increment in SRIH secretion after severe stressful stimuli has been documented in experi¬ ments on rats (Arancibia et al. 1984; cf. Fukata et al. 1985) . Although the release of somatostatin during stress conditions can be responsible for suppression of GH secretion in rats (Critchlov et al. 1978) 
